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tumorigenesis at very high levels of dietary protein is due to a
reduced intake of food and total calories or whether It is due to other
adverse effects, e.g., renal toxicity due to high levels of protein.

SUMMARY

Epidemiological Evidence

Epidemiological studies have suggested possible associations
between high levels of dietary protein and increased risk of cancers
at a number of different sites. However, the literature on protein is
much more limited than the literature concerning fats and cancer.  In
addition, because of the very high correlation between fat and protein
Intake In Western diets, and the more consistent and often stronger
association of these cancers with fat intake, it seems more likely
that dietary fat Is the more active component.  Nevertheless, the evi-
dence does not completely preclude an independent effect of protein.

Experimental Evidence

In laboratory experiments, the relationship of dietary protein to
carcinogenesis appears to depend upon the level of protein intake.  In
most studies, carcinogenesis was suppressed by diets containing levels
of protein at or below the minimum required for optimum growth.
Chemically induced carcinogenesis appears to be enhanced as protein
Intake Is increased up to 2 or 3 times the normal requirement; however,
higher levels of protein begin to inhibit carcinogenesis.  There Is
some evidence to suggest that protein may affect the initiation phase
of carcinogenesis and/or the subsequent growth and development of the
tumor.

CONCLUSION

Thus, evidence from both epidemiological and laboratory studies
suggests that protein intake may be associated with an increased risk
of cancers of certain sites. Because of the relative paucity of data
on protein compared to fat, and the strong correlation between intakes
of fat and protein in the Western diet, the committee is unable to
arrive at a firm conclusion about an Independent effect of protein.